Vrype 1, single coronary artery wvering normal distribution of one wmnary artery only; type 2, single coronary artery covering distribution of two vessels; and type 3, single coronary artery with atypical distribution. R, Right; and L, left.
In the final analysis, we based our diagnosis of rheumatoid disease on histologic evaluation of the pulmonary and subcutaneous lesions together. The pulmonary lesion had extensive fibrosis, as well as necrosis, and appeared to be a late relatively quiescent lesion. Angiitis was found within but not outside this lesion. Granulomatous infection was unlikely because cultures of the sputum and lung biopsy failed to grow mycobacterial or fungal organisms and because the pulmonary nodules slowly multiplied and enlarged over ten years without other evidence of localized or disseminated infection. Thus, although the findings in the lung alone were consistent with either Wegener's granulomatosis or a rheumatoid nodule, such late scarred lesions are best described as nondiagnostic; however, in combination with the subcutaneous lesion, we believe that the diagnosis of rheumatoid nodule is most appropriate for both lesions.
We considered the possibility that our patient first de- veloped limited Wegener's granulomatosis and later developed unrelated subcutaneous nodules and rheumatoid factor. The combination of rheumatoid disease and Wegener's granulomatosis has been reported previously in three c a~e s ;~~~~~ however, all had arthritis, and none had pulmonary parenchymal lesions. Although we cannot exclude the above combination, the absence of typical vasculitis outside the scarred lesion in our patient's lung militates against it. Thus, we believe that our case represents the unusual development of pulmonary rheumatoid nodules over ten years in the absence of clinical features of rheumatoid arthritis. Force was admitted to his h e ' s hospital on Feb 9, 1976, after suffering a transient episode of dizziness while running. A routine electrwardiogram revealed poor R-wave progression ( Fig 1 ) , compatible with an anterolateral myocardial infarction. For three days the patient's ECG did not change.
Three determinations of the levels of cardiac enzymes gave normal results, and there were no complicating symptoms or arrhythmias. On Feb 19, 1976, the patient was transferred to the Naval Hospital at San Diego, Calif, for further evaluation.
The patient gave no history of chest pain, hypertension, heart murmur, syncope, or palpitations. He smoked one-half pack of cigarettes daily, took no medications, and had indulged in vigorous physical activity throughout adolescence without difticulty. H i s father died at the age of 61 years from a myocardial infarction, and his mother had a history of hypertension. Six brothen and sisters were alive and well.
The results of physical examination were normal, except
for the presence of a fourth heart sound at the apex. A chest xray iihn showed left ventricular prominence. An ECG confirmed the absence of R-wave progression in the lateral precordial leads, extreme left axis deviation, and a delay in intraventricular conduction ( Fig 1 ) . An echocardiogram revealed slightly enlarged left ventricular dimensions and paradoxical septal motion (Fig 2) . Continuous electrocardiographic monitoring ( Holter monitor) showed sinus bradycardia with multiple premature ventricular contractions, isdated (Fig 3) . The vessels were free of occlusive disease. The patient was started on therapy with digoxin (0.25 mg daily) and quinidine sulfate (200 mg every six hours ) . He is currently asymptomatic.
In 1950 Smith4 classified patients with a single coronary artery into three types: (1) type 1, a single coronary artery covering the normal distribution of one coronary artery only; (2) type 2, a single coronary artery covering the distribution of two vessels; and (3) type 3, in which the distribution is atypical. Table 1 illustrates the previously reported cases of a single coronary artery and myocardial infarction.2~3.5-10 Only one case conclusively demonstrated an absence of coronary t h r o m b
That was a 54-year-old white man who initially had clinical acute myocardial infarction and who died in ventricular fibrillation. Autopsy showed posteroseptal infarction and a single right coronary artery that, although narrowed by atheroma, could not be shown to be occluded at any point. The investigators3 suggested that patients with a single right coronary artery might be prone to sudden death if the vessel were atheromatous or anatomically subject to compression between the great vessels (or both). In our case the single coronary artery did not pass between the great vessels.
The prognosis for patients with a single coronary artery is not known. Where it is associated with other congenital anomalies (such as tetralogy of Fallot, transposition of the great vessels, endocardia] fibroelastosis, and others), the presence of a single coronary artery is reported to have little effect on the outcome; the prognosis is apparently more a function of the severity of the associated defect. Nevertheless, at least 15 percent of the patients without other abnormalities will develop car-FIGURE 3. Diagram of coronary anatomy (anterior view) of our case. Left anterior descending coronary artery supplies small branch to right ventricle. C i r d e x coronary artery supplies diaphragmatic surface of heart. diac disease before the age of 50 years.ll Allen and Snider2 reported that the incidence of myocardial infarction in patients with a single coronary artery was less than 5 percent before the age of 40 years and 22 percent afterward.
Nicod12 has pointed out that certain single coronary arteries have a superior course, thus possibly rendering them susceptible to systolic compression by the nearby aorta and pulmonary artery. The overwhelming prevalence of a single right coronary artery associated with infarction argues for the latter explanation, but the present case casts doubt on this hypothesis. Two other postulates regarding the significance of a single coronary artery can be entertained. The first is that some reported cases of infarction may represent ineffective (albeit unobstructed) blood flow to the myocardium and that slow "controlled" ischemia and the death of cells can occur over months or years. The second postulate is that these patienp may, in fact, represent idiopathic cardiomyopathies. Hdperin et dl3 described a 27-year-old woman who initially had congestive heart failure in her sixth month of pregnancy. Some weeks after delivery, the patient was studied and was found to have a normal single left coronary artery.
An ECG demonstrated a lateral wall myocardial infarction. Six months later, the patient developed increasing heart failure and fatal ventricular fibrillation. Autopsy revealed diffuse interstitial fibrosis of both ventricles with marked atrophy of the myocardial fibers. It is difficult to decide whether the pathologic changes in this case represent ischemia or cardiomyopathy. The resemblance of this latter case to our patient is striking.
Whether one invokes explanations of spasm due to compression of a great vessel, ischemia, or associated cardiomyopathy, it is clear that a patent single coronary artery, 
CASE REPORT
A 78-yearsld woman was referred to our hospital for further investigation of mgh, dyspnea, left-sided pleurisy and a palpable mass in the left upper quadrant of the abdomen. She had been treated in the past with digitalis because of chronic atrial fibrillation.
On examination, we found a thin, but healthy looldng woman. Her temperahre was 37. C (98.6.F), the pulse rate was 88 and irregular, and respiratory rate was U)/min. Blood pressure was 110/70 mm Hg. Heart sounds weae irregular but normal. There was dullness on percussion of the left lower lung and decreased fremitus. Diminution of breath sounds was audible over the left lung. On abdominal examination, a large spleen, 8 crn below the left costal margin, was palpable.
Laboratory examination revealed a hemcstocrit of 37 percent, 9,000 leukocytes with 77 percent polymorphonuclear cells and 8 percent eosinophils. Casoni test was negative, but complement fixation test for Echinococcus antibodies (Weinberg test) was positive. Liver function tests were normal.
Chest roentgenograms showed a large dense homogeneic shadow in the lower half of left lung (Fig 1 ) 
